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mi RNA-200b 7E | 7 S8 & 14 g B Y Af S 3 R *

F Al BEE IEH Lk 1 B WK

FE  microRNA SZHUKR MR E K 09 KB A 18~25 M FER 09k % A0 45 5 F RNA, Bt AR R E A LAMIFXE
e LB 45 A 5048 mRNA ZL R Ak E & o it St m A S TR T AEE ARG R, LEEA LB KL & A AEE TR
B R ARIR A BT M 5, S R, miR-200 F AR A2 Lk R R B B 5 P 69 F A Fo I RR AT SR TR A RS o BT ST B AR Y o fa AL
¥k AZ A E Ty @ ey VB R AL fede E . miRNA-200b 52 miRNA-200 K% B A K E a9 — i, A X4 miRNA-200b 25 #y 4% &,
YER AR B E A % FF B R R IR B e BT 50 LB AT 4R 3K

XgEE RNA-200b Absg VR AMLH
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Abstract MicroRNAs (miRNAs) are small endogenous regulatory RNAs composed of approximately 18 nucleotides to 25 nu-
cleotides, and are highly conserved non-coding RNAs, which regulate gene expression in post-transcriptional processing through com-
plete or incomplete combination with the target genes. A strong regulatory factor, miRNA has become a hotspot in tumor research. In re-
cent years, the miRNA-200 family has played important roles in the expression and function of tumors of epithelial origin. For exam-
ple, the mechanism and targets in tumor cell proliferation, invasion, and metastasis have been investigated. The miRNA-200b is a mem-
ber of miRNA-200 family. In this article, the latest advances in structural features and mechanism of miRNA-200b and the relationship

between miRNA-200b and tumors of epithelial origin were reviewed.
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